The International Obesity Task Force concluded that the body mass index (BMI; in kgam 2 ) was a reasonable measure with which to assess fatness in children and adolescents.
The International Obesity Task Force concluded that the body mass index (BMI; in kgam 2 ) was a reasonable measure with which to assess fatness in children and adolescents. 1 However, the validity of the BMI as an index of obesity in children should be carefully examined. It is well known that BMI increases as children grow, and the prevalence of obesity de®ned by BMI was much higher in a tall group than a short group. In Japan, we usually use weightastandard weight (WaSW; %) to assess obesity in children, with a cut-off point to de®ne obesity at 120%. The standard weight was obtained for sex, age and height 2 on the basis of data from Ministry of Education, Science, Sports and Culture.
The subjects were 562 schoolchildren (310 boys, 252 girls) living in Tokyo. We examined the 3 y changes of BMI and WaSW in each individual, from 9 to 12 y of age. The mean change of BMI was 3.4AE 1.9 (meanAE s.e.) and that of WaSW was 71.3AE 0.4. No signi®cant sex difference was demonstrated. Figure 1 shows the plots of the change in BMI vs the change in WaSW. A strong linear correlation was found. In 89.1% of children BMI increased, whereas 50.7% of them showed a decrease in WaSW.
BMI is a convenient measure for global use and primary screening of obesity. However, in growing children, unlike adults, assessment by BMI is complicated by height gain. In this study of individual change, an increase in BMI did not always indicate a tendency toward overweight. To assess obesity in individuals during the growing period, WaSW is suggested to be a better index. 
Effect of dietary manipulations on plasma leptin
In their recent article on the effects of dietary manipulations on plasma leptin, Raben and Astrup 1 report that a sucrose-rich diet was found to be responsible for raised leptin concentrations. In the authors' opinion, F F F sucrose per se was the reason for the increased leptin levels.' 1 The latter, however, instead of re¯ect-ing the effect of sucrose per se, may simply be due to the fact that sucrose was mostly consumed in unphysiological forms, namely, in solid form or in concentrations exceeding 4.18 MJal, which is the physiological limit imposed by evolution, 2 this limit being the one of the carbohydrate solutions present in fresh fruit, our main ancestral food for millions of years, during which it moulded our metabolic physiology.
2
As a result of the evolutionary moulding produced by fresh fruit, if sucrose is consumed in solutions up to 4.18 MJal it leaves the stomach progressively more slowly with increasing concentrations, thereby allowing energy to be delivered to the intestine at physiologically constant rates per unit time.
2 By contrast, if sucrose is ingested in unnatural forms, ie, in solid form or in concentrations b 4.18 MJal, it leaves the stomach more rapidly, thus causing the delivery of International Journal of Obesity (2000) 24, 1542±1543 ß 2000 Macmillan Publishers Ltd All rights reserved 0307±0565/00 $15.00 www.nature.com/ijo unphysiologically high amounts of energy to the intestine per unit time. 2 When sucrose is consumed in such unnatural forms it constitutes a`genetically unknown food' 3,4 that is largely responsible for the alarmingly high prevalence of diabetes in newly westernised populations, which were virtually free of diabetes prior to the consumption of concentrated sucrose, the greatest novelty of the recently adopted western foods.
3 Westerners, unlike those populations, have achieved passable adaptation to concentrated sugars through millenary natural selection, which accounts for the relatively low prevalence of diabetes in the West. Unfortunately, Raben and Astrup, 1 as a result of their failure to realise the foremost importance of taking into account the form in which sucrose is ingested, do not specify whether sucrose was consumed in the innocuous form of moderately sweetened beverages or in the detrimental form of confectioneries.
2,3 Considering that insulin sensitivity is in¯uenced by the form in which sucrose is consumed 2,5 and that, as Raben and Astrup point out, F F F prolonged hyperinsulinaemia has been found to stimulate leptin release', 1 it can be reasonbly suggested that the increased leptin concentrations observed after a sucrose-rich diet 1 are a consequence of the unnatural, highly concentrated forms in which sucrose was probably consumed, not a consequence of the sucrose-rich diet per se. This issue will likely be clari®ed by future studies taking into account the energy density of the forms in which sucrose will be consumed. Reply to R Baschetti
R Baschetti
In the letter by Dr Baschetti it is claimed that the increase in leptin`was not so much due to a sucroserich diet, but simply due to the fact that sucrose was mostly consumed in unphysiological forms, namely in solid form or in concentrations exceeding 4.18 MJa1.' Dr Baschetti is not correct in this statement since most of the sucrose in our diets was supplied by drinks (fruit sirup and soft drinks) whereas little of the sucrose came from dried fruits and confectioneries. Dr Baschetti is kindly referred to our ®rst paper from this study in which the diet and food items were described in more detail. 1 The energy density of the drinks was less than 2 kJag.
